Despite the fact that north/south differences in postneonatal mortality rates have evened out, there remain important differences among regions, especially between deprived inner city communities and the more privileged who live in the suburbs and shires.' The principal cause of postneonatal mortality is now the sudden infant death syndrome (SIDS). In of this classification over that of the OPCS is that second generation ethnic births are identified by our method. This is particularly important in Birmingham, as 40% of the AfroCaribbean births in the city in 1981-3 were to women who had been born in the United Kingdom. These mothers are 'English' yet their babies are black; similarly Asian immigrants from east Africa are 'African' but their babies are brown. Differing genetic and sociocultural influences are better reflected by our method than by arbitrary assignation by the mother's place of birth.
Infants were classified into one of four groups, white, Asian (Indian, Pakistani, or Bangladeshi), Afro-Caribbean, and other (including oriental and those of mixed ethnic origin).
The Birmingham Births Register has available details of all births and deaths of children known to be resident in Birmingham, irrespective of place of birth or death. Most of the migration of children in the first year of life occurs between different parts of the City of Birmingham and would thus pose no problem. If a child resident in Birmingham subsequently moved out of the City in their first year of life, however, and then succumbed elsewhere, it is possible that the details of their death would not be known to the register. This should only affect the results if there was significant differential migration out of the city of those babies more or less at risk of SIDS, or of different ethnic groups, which we do not think is likely.
Social class was coded to include both single and two parent unemployed families as 'other' social class, on the grounds that unemployment may be categorised as a 'poorer' social condition than unskilled manual employment.
Full details of children who died between 1 month and 1 year of age were obtained for all children born in 1981-3 inclusive, and the cause of death was assigned from these records. These were the most recent years for which complete records were available for the whole of Birmingham. Only cases recorded as 'sudden infant death syndrome' on the death certificate were included as such. All sudden infant deaths in Birmingham are referred to HM Coroner, and all have necropsies by one of a small group of pathologists, all of whom are trained in techniques of paediatric necropsy. Assigning cause of death directly from mortality data rather than from coded national statistics is another impor- The relative risk of SIDS in Afro-Caribbean compared with white infants was 2-09 (95% Cl 1-35 to 3 24). The relative risk in Asian compared with white infants was 0-61 (95% Cl 0-37 to 101).
After controlling for ethnic group, and subdividing birth weight into less than 2500 g ('low birth weight') and 2500 g and over ('normal birth weight') the-increased Mantel-Haenszel relative risk for SIDS was not significant (r=1-78, 95% Cl 0-92 to 3-41).
Testing for trends in SIDS with maternal age and social class after controlling for ethnic group, we found a significant trend with decreasing maternal age (log rank X2=22-47, df 1, p<0 001) and lower social class (log rank X2=23-24, df 1, p<0c001). There was no The logistic regression analysis was carried out using babies surviving at 28 days as the population and a SIDS death before the first birthday as the outcome. The dependent variables in the model were Asian ethnic origin, Afro-Caribbean ethnic origin, ethnic origin other than both parents of white, Asian or AfroCaribbean origin, household with at least 1-5 persons per room, birth weight ¢ to 1500 g and <2500 g, birth weight <1500 g, mother aged <20, mother aged ¢35, social class I or II, social class IV or V, and no social class coded (that is, no working parent in household). The model produced had no significant departures from a good fit to the data and the regression coefficients, odds ratios, and approximate confidence limits produced are given in table 3.
Only the variables Asian ethnicity, birth weight less than 1500 g, and no employed parent reach conventional levels of significance. Asian ethnicity is associated with a significantly low risk of SIDS, while very low birth weight and unemployment are associated with a significantly increased risk of SIDS. Afro-Caribbean ethnicity had a relatively increased risk of SIDS of 1 712, but this just fails to reach conventional levels of significance.
Discussion
In contrast to previous studies of postneonatal mortality in Birmingham,'7 18 the results of this study show that there has been a significant increase in postneonatal mortality among infants of Afro-Caribbean and Asian ethnic groups compared with whites. Among AfroCaribbeans this is largely the result of an increased risk of SIDS, and among Asians the risk of SIDS is lower than among whites, but there is an excessive number of deaths from congenital malformations. The previously reported slight increase in 'cot deaths' among Asians has not been confirmed. '8 The expected trend of increased SIDS with decreasing maternal age and lower social class is independent of ethnic group. In the logistic regression analysis, the raised relative risks for maternal age <20 and social class IV and V, and the decreased relative risk for maternal age -35 and social class I and II were not significant. Children in families with unemployed parent(s) were at significantly increased risk of SIDS. This suggests that maternal age is a marker for other socioeconomic factors.
These results confirm the findings of Griffiths et al of increased postneonatal mortality in Afro-Caribbean infants in central Birmingham health district,9 and show it is largely attributable to SIDS. Analysis of postneonatal deaths by cause ( Further study of the differences in mortality in clearly identifiable subgroups of the population may assist in unravelling some of the continuing questions in the aetiology of SIDS.
